with acute myeloid leukaemia is of great clinical importance. Water intoxication may produce confusion (Kaye, 1966) and disorientation (Weissman et al., 1971)-symptoms which can readily be confused with the terminal state of acute leukaemia. Intravenous infusion can be hazardous inthese patients. Attention to the underlying electrolyte imbalance will lead to the correct diagnosis, which is reversible by water restriction.
Introduction
Though partial remission of diabetes is not uncommon in young diabetics soon after control has been established the return to normal glucose tollerance is rare (Harwood, 1957; Peck et al., 1958; Stutman and Hayes, 1959; Hines and Kessler, 1961; Field et al., 1961; Brereton, 1968) . For glucose tolerance to remain normal throughout pregnancy in a diabetic is even more remarkable. It seemed of interest, therefore, to report two cases in which renmission of diabetes persisted during pregnancy, the response to 50-g oral glucose tolerance tests remaining normal throughout in one and nearly normal in the other.
Case 1
This patient was found to be a diabetic at the age of 29 when she presented with a three-month history of recurrent boils. There were no other symptoms and she was of normal weight. The blood glucose in the mid-morning at her first clinic visit was 302 mg/100 ml (G.O.D. period method, Boehringer). After one month on a 150-g carbohydrate diet her mid-morning blood glucose was 334 mg/100 ml. She was therefore given chlorpropamide 250 mg daily ( fig. 1) 83 mg/ 100 ml). All urine tests done twice daily throughout pregnancy were negative for sugar. Chlorpropamide was discontinued at 32 weeks of pregnancy. Between the 33rd and 37th weeks four 50-g oral glucose tolerance tests were done (table I). The highest one-hour value was 173 mg/ 100 ml and the highest two-hour value 123 mg/ 100 ml. (A 100-g oral glucose tolerance test at 35 weeks, however, produced a two-hour blood glucose of 175 mg/ 100 ml, and response to a cortisone glucose tolerance test (Fajans and Conn, 1961) was grossly abnormal at 38 weeks). Serum insulin (Hales and Randle, 1963) was low throughout all these tests for this stage of pregnancy. Plasma placental lactogen (Letchworth et al., 1971) estimated during each test was within the normal range (table I) . Twenty-four-hour urinary oestriol (Brombacher et al., 1968 ) measured on 11 occasions from the 32nd week was also normal, ranging from 10-5 to 44-3 mg/24 hours. Glycosuria reappeared four days after delivery and glucose tolerance deteriorated rapidly thereafter ( fig. 2 ).
The baby, delivered at 38 weeks, was a typical infant of a diabetic mother, weighing 4,360 g at birth. The placenta was also a little heavy (51 g). The baby rapidly became hypoglycaemic, cord blood glucose dropping from 88 mg/100 ml at birth to less than 10 mg/100 ml one hour later, when an intravenous glucose infusion was started. In spite of a continuous glucose infusion and glucagon 5-4 5-7 5-5 6-2 3-5 4-5 5-4 5-5 8-4 7-0 7-8 8-8 mal at 5-7 ug/ml at 37 weeks. Fasting plasma glucagon (Bloom, 1972) was 140 pg/ml at 37 weeks, which is in the normal nonpregnant range. Plasma chorionic gonadotrophin (Wylde et al., 1967) The association of such low serum insulin values with virtually normal glucose tolerance indicates a degree of insulin sensitivity remarkable in the pregnant diabetic, in whom insulin antagonism usually develops (Kalkhoff et al., 1964) .
It seems likely that in these two patients /3-cell function improved before they became pregnant as a result of the maintenance of normoglycaemnia consequent on diet and chlorpropamide in the first case, and diet-with appreciable weight loss-and phenformin in the second. An increased insulin response to glucose is known to occur in mild diabetics as blood glucose levels are reduced by carbohydrate restriction (Rudnick and Taylor, 1965) or sulphonylurea treatment (Sheldon et al., 1966) . Towards the end of pregnancy, however, both patients showed evidence of increased insulin sensitivity, which was particularly evident in case 1. This seemed likely to be due to some factor specifically associated with pregnancy, as glucose tolerance in this case deteriorated so rapidly after delivery. For this reason it seemed unlikely to be related to the previous chlorpropamide treatment. There was, however, no evidence that this increased sensitivity to insulin was due to deficiency of placental lactogen or cortisol. In case 2 plasma glucagon at term was normal by non-pregnant ADDENDUM.-Since submitting this paper for publication one of these patients (case 1) again became pregnant. Her diabetes improved progressively during pregnancy and at 37 weeks a 50-g oral glucose itolerance test gave blood sugars w,hen fasting and half an hour, one hour and two hours after glucose of 53, 98, 102, and 138 mg/100 ml. The chlorpropamide was discontinued at 34 weeks. At 38 weeks she was delivered by caesarean section of an infant weighing 4,650 g which died at birth. There was gross hypertrophy and hyperplasia of the fetal islets, which presumnably was not consequent on maternal hyperglycaemia but was possibly due to ,the chlorpropamide treatment. Once again her diabetes deteriorated rapidly immediately after delivery. The fasting blood sugar two days after delivery was 195 mg/100 ml.
